Introduction
Characteristic of Alzheimer's disease (AD) and Down's syndrome (DS) is the deposition of β-amyloid protein (β/A4) in senile plaques (SP) and cerebral blood vessels (Glenner & Wong 1984 , Spargo et al. 1992 . In both AD and DS, β/A4 protein may be deposited initially in a non-fibrillary form as diffuse β/A4 deposits (Allsop et al. 1989 , Yamaguchi et al. 1989 , Verga et al. 1989 , Giaccone et al. 1990 , Ikeda et al. 1990 , Podlisny et al. 1990 , Ohgami et al. 1991 . However, β/A4 also becomes incorporated into fibrillary amyloid as a constituent of mature SP (Mann et al. 1992) . At least three types of mature β/A4 deposits have been described in AD (Delaère et al. 1991) : (1) primitive ('uncored') deposits, in which the β/A4 protein may be associated with paired helical filaments (PHF) in dystrophic neurites, (2) classic ('cored') deposits which comprise a central core of amyloid surrounded by a 'crown' of dystrophic neurites, and (3) compact ('burnt-out') deposits which consist of a solid core of amyloid without a 'crown'.
In a previous paper, β/A4 deposition was studied in the hippocampus and adjacent gyri in cases of AD (Armstrong et al. 1992 (Armstrong et al. , 1993a .There was significantly less β/A4 depostion in most regions of the hippocampus compared with the adjacent cortex, suggesting that the hippocampus may be less susceptable to β/A4 formation. However, this could also be an age-related effect, with β/A4 deposition occurring later in the hippocampus than in the adjacent cortex (Armstrong et al. 1991 , Armstrong 1992 . In addition, the ratio of mature to diffuse β/A4 deposits was greater in regions of the hippocampus (Armstrong et al. 1993a) , suggesting significant regional variations in the formation of the different β/A4 deposit subtypes in AD. The mature deposits may be derived from the original diffuse deposits or each subtype could develop independently. Hence, we have studied the density of the diffuse, primitive, classic and compact β/A4 deposits in the hippocampus and adjacent cortex in 12 cases of DS in subjects varying in age from 38 to 67 years.The principal objectives were to determine: (1) whether β/A4 pathology develops later in the hippocampus than in the adjacent cortex, and (2) whether the mature β/A4 deposits were derived from the diffuse deposits. Since the majority of cases of DS develop the characteristic pathology of AD, they can be used to study the progression of β/A4 deposition in the brain (Mann et al. 1992) .
Methods

Brain tissue
Tissue from 12 cases of DS from the MRC Brain Bank, Institute of Psychiatry, London, was studied. Patients were
